It was proposed that the central amygdala (CeA), particularly its medial sector (CeM) 32 generates brief fear responses to discrete conditioned cues, whereas the bed nucleus of the 33 stria terminalis (BNST) promotes long-lasting, anxiety-like states in response to more 34 diffuse contingencies. Although it is believed that BNST-CeA interactions determine the 35 transition between short-and long-duration responses, the nature of these interactions 36 remains unknown. To shed light on this question, we used a double viral strategy to drive 37 the expression of Channelrhodopsin (ChR2) in BNST cells that project to CeA. Next, using 38 patch clamp recordings in vitro, we investigated the connectivity of infected cells to non-39 infected cells in BNST and compared the influence of BNST axons on neurons in the medial 40 and lateral (CeL) parts of CeA. CeA-projecting BNST cells were concentrated in the 41 anterolateral (AL) and anteroventral (AV) sectors of BNST. Dense plexuses of BNST axons 42 were observed throughout CeA. In CeA and BNST, light-evoked EPSPs accounted for a 43 minority of responses (0-9% of tested cells); inhibition prevailed. The incidence of 44 inhibitory responses was higher in CeM than in CeL (66 and 43% of tested cells, 45 respectively). Within BNST, the connections from CeA-projecting to non-CeA targeting 46 cells varied as a function of the BNST sector: 50% vs. 9% of tested cells exhibited light-47 evoked responses in BNST-AL vs. BNST-AV, respectively. Overall, these results suggest 48 that via its projection to CeA, BNST exerts an inhibitory influence over cued fear and that 49 BNST neurons projecting to CeA form contrasting connections in different BNST 50 subnuclei.
We used a dual viral strategy to drive the expression of ChR2 and EYFP in BNST 185 neurons that project to CeA (Fig. 1) . To this end, EF1a-mCherry-IRES-WGA-Cre was infused 186 in CeA (Fig. 1A1, red) , causing the expression of Cre in neurons projecting to CeA. EF1a-DIO-187 hChR2(H134R)-EYFP was infused in BNST ( Fig. 1A1, green) , causing the expression of ChR2 188 and EYFP, but only in Cre-expressing BNST neurons. Six weeks after the virus infusions, 189 coronal slices of the amygdala (Fig. 1A2) and BNST (Fig. 1A3) were prepared for whole-cell 
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In CeA, we observed LTB, RS and late firing (LF) cells, as reported previously. In CeM, most cells were LTB (43%) and RS (39%) neurons; LF cells accounted for a minority of the 205 recordings (17%). These figures match the proportions seen in an earlier report in rats (Dumont 206 et al. 2002) . Also consistent with prior reports, in CeL there was a higher incidence of RS (43%) 207 cells than LTB (10%) neurons. However, there was a higher incidence of LF cells (46%) in our 208 sample compared to that reported in two prior studies (Dumont et al. 2002; Amano et al. 2012) . 209 However, another study (Lopez De Armentia and Sah 2004) also reported a higher incidence of 210 this cell type in CeL. were observed in BNST-AM. In the amygdala, EYFP + axons were observed throughout CeA 218 ( Fig. 1C3,4) . These observations are consistent with prior tracing studies (Sun and Cassell 1993; With the methods we used, BNST cells that project to CeA express EYFP and ChR2 223 ( Fig. 1B,C1-2) . EYFPcells are assumed not to contribute projections to CeA. We first verified 224 whether blue light stimuli could elicit firing in EYFP + cells. As expected, blue light stimuli (5 225 ms) reliably elicited spiking in all tested EYFP + cells ( Fig. 2A, n=7) . Trains of blue light stimuli 226 (40 Hz train of 5 ms light stimuli for 1 sec) elicited spiking that persisted for the duration of the 227 train (Fig. 2A1) . In response to isolated light stimuli (5 ms at 2 Hz), all EYFP + cells generated 
